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Influence of prolonged ingestion of phosphate-binding alumini-
um gels on serum aluminium levels in patients with chronic renal
failure. M. Boukari, J. Rottembourg, M. C. Jaudon, A. Galli, and
M. Legrain. Service de Nephrologie et Laboratoire Central de
Biochimie. Groupe Hospitalier Pitie-Salpetriere, France. Serum
aluminium level (SAL) was assessed in 147 patients with an atomic
absorption spectrophotometer. The mean SAL was 24 sg/liter
7.5 in a control group of 59 patients with normal renal function who
do not ingest phosphate-binding aluminium gels (AG). SAL does
not increase with renal failure, whatever its severity, in the
absence of AG absorption: mean SAL was 19 pg/liter 8 in 13
patients with a mean plasma creatinine of 25 mg/liter 8 and 25
pg/liter 2.7 in 14 patients with a mean plasma creatinine of 81
mg/liter 17. In 21 patients on regular dialysis treatment (RDT),
during an average period of 27.5 months (4 to 72 months) and who
have never absorbed AG, the mean SAL was 40 sg/liter 12. In
patients with chronic renal failure who were maintained on AG,
the SAL was always high. Mean SAL was 84 pg/liter 22 in four
nondialyzed patients whose mean plasma creatinine was 108 mg/
liter 10. It was 94 pg/liter 36 in 24 patients on RDT during an
average period of 16.5 months (4 to 36 months). Mean SAL
reached 165 gg/liter (50 to 600) in 12 patients on RDT during an
average period of 47.5 months (36 to 72 months). The dialysance of
aluminium across dialysis membranes has been found to be nil.
Slight clinical neurologic symptoms are found in the two patients
who have the highest SAL (350 rgIliter and 600 pg/liter). Careful
clinical examination and E.E.G. should be performed routinely at
regular intervals in patients with chronic renal failure who are
treated with AG. Evidence of clinical or E.E.G. abnormalities,
even slight, indicates the need to measure SAL. Treatment with
AG should be immediately stopped if SAL is higher than 200 g/
liter.
Hypoglycemia, shock and centro-lobular hepatic necrosis unre-
lated to hemodialysis in two patients on propranolol. H. Favre, B.
Bouchardy, and M. Leski. Division of Nephrology, Department of
Medicine, Hôpital Cantonal, Geneva, Switzerland. Cases of
severe hypoglycemia occurring during hemodialysis in patients on
propranolol have been reported. We have observed two cases of
severe complications in two patients (62 and 76 yr-old, respective-
ly) who were receiving propranolol as treatment for angina pecto-
ris. These two patients suffered from arteriosclerotic cardiomy-
opathy; each had a pacemaker in place; they were given
propranolol, 80 and 240 mg a day, respectively, One patient was
on an iterative hemodialysis program. After a fasting period due to
unrelated complications, each underwent shock with profuse
sweating and peripheral cyanosis following unexplained abdominal
pain. Hypoglycemia (0.27 and 0.43 g/liter, respectively) and cen-
tro-lobular hepatic necrosis (SGP > 2000 U/liter; LDH hepatic
fraction > 7000 U/liter) were present. In the patient with a normal
initial function, acute tubular necrosis and an eight-day anuria
were also observed. In both patients, after one week all biological
parameters had returned to normal. During hemodialysis, which
has been required in both patients, 200 g of glucose has been given
i.v. for the three-hour session. The dialysis has been well tolerat-
ed. The clinical and biological picture above seems to be related to
propranolol, as these two patients were not receiving any other
drug known to produce such a side effect. Our hypothesis is that
373
the beta-blocking agents, by their inhibitory effects on the gluco-
neogenesis, especially during a fasting period, induce a hypoglyce-
mia which is responsible for cellular damage.
Water and electrolyte excretion immediately after renal homo-
transplantation. F. Cartier, M. M. Popovtzer. Service de REani-
mation MEdicale, Rennes, France, and Temple University, Phila-
delphia, Pennsylvania, U.S.A. The mechanism of polyuria often
observed immediately following kidney transplantation remains
unclear. Creatinine, sodium, calcium, osmolarity, and water clear-
ances (C) were measured on four patients each hour the first day,
then every four to six hours the following one to three days.
Initially, urine flow rate (U) reached 6.5 to 17 mI/mm; CN, 2.9 to 12
mI/mm; 6.2 to 17.5 mI/mm; Cosm, 5 to 15.5 mI/mm; and C20,
+ 1.5 to 2.6 ml/min. During the first period (9 to 16 hr), defined by
U a 3 mI/mm, Ccr was 36 to 60 mI/mm. There was a positive
correlation between CNa and Cca (P < 0.001), with CN5 < C,.
Water diuresis was observed during the first two to five hours; in 2
cases, there was a negative correlation between C05,,, and Tc020 (P
< 0.001). Two transplant patients not included in this study also
exhibited initial water diuresis in spite of pitressin pretreatment. In
the second period (U < 3 ml/min); CN,, and Ce,, remained correlated
(P < 0.01), but with C5,, > Cca. A positive correlation appeared
between Cosm and TcHSO TcH2O: reached a maximum of 1.6 to 2.4
mI/mm for Cosm 4.1 to 5 mllmin. There was no glucosuria. For these
four patients, sodium and calcium excretion was similar to that of
volume expansion and osmotic diuresis, in which proximal tubular
reabsorption decreases. In addition, initial pitressin-resistant water
diuresis would implicate either elective ischemic damage of the
collecting ducts or the effect of a very high distal tubular flow rate
in combination with reduction of the papillary osmolarity due to
increased medullary blood flow or ex vivo treatment of the kidney.
Antibodies (Ab) in Eseherichia coli urinary tract infection
(UTI). D. Fries, F. Delavelle, D. Mathieu. L. Jacques, L.
Renault. Service de Nephrologie et Laboratoire de Microbiologie.
Faculté de Médecine Paris-Sud, Hópital Paul Brousse, Villejuif,
France. Urinary and humoral antibodies (Ab) against E. coli were
studied in adults with UTI (bacterial count a' l05/ml). Patients with
prostatitis or indwelling catheter were excluded. I) Ab in urine:
Ab's coated on the bacterial wall are detected by immunofluores-
cence (IF), only IgG is considered for a positive (+) reaction. In
105 patients, IF was + in 8/9 cases of acute pyelonephritis (APN),
17/20 cases of chronic pyelonephritis (CPN). and in only 2/76 cases
of low UT!. lgA was present in 2/3 of the PN. 1gM in only 1 case.
IgA secretory-piece was never detected. 2) Ab in serum: a) Pas-
sive hemagglutination (PH): In these 105 patients, a + reaction,
i.e. a 1/160, was found in 4/9 cases of APN, 3/20 cases of CPN, and
1/76 cases of low UTI. b) IF: In 51 of these 105 patients, a +
reaction was found in 3/4 cases of APN, 6/12 cases of CPN, and 3/
35 cases of low UTI. When humoral Ab are detected both by IF
and PH, they are of IgG and IgA class; when IF is + and PH —,
Ab are only IgG. 3) E. coli serotypes were determined in 80 cases:
no correlation was found between serotype and antibodies. Con-
clusion: Urinary antibodies production by the infected kidney is
the best indirect method to localize the site of UTI and will allow
the detection of non-obstructive PN ("false +"). The tendency of
some type of E. coli to induce PN is not confirmed.
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Plasma lipid patterns in chronic renal failure in children: Effect
of two isocaloric diets high in carbohydrates and high in fat. G.
Gay, J. L. Andre, M. Pierson, and G. Debrv. Service de Pédiatrie
B ci Service c/c Medecine G oriente i'ers les maladies metaho—
liques, ('HG., Nancy. France. Most adult chronic dialysis
patients have hypertriglyceridemia. In children, studies are scarce.
Mean plasma total cholesterol (CT), triglyceride (TG), and phos-
pholipide (PL)were studied in 12 children (age, 11.9 1.2), uremic
patients on chronic hemodialysis. CT, TG, PL were done after an
overnight fast, before and after each hemodialysis. Each patient
was stable for a minimum of three weeks on a diet that included at
least 100 cal/kg, 10% of protein, 30% of lipids, and 60% of carbo-
hydrate. Before hemodialysis, the following mean values were
measured: CT, 2.37 0.13 g/liter; TG, 2.83 0.39 glliter; PL, 1.77
0.68 g/liter (normal values for our laboratory: CT, 1.20 to 2.30;
TG, 0.10 to 1.40). Hemodialysis does not change lipid abnormali-
ties: CT, 2.63 0.16 g/liter; TG, 2.65 0.41 g/liter; PL, 2.35
0.31 g/liter. The lipoprotein abnormality of each patient is similar
to endogenous hypertriglyceridemia type IV (N = 4) and type II B(N = 6). Isocaloric diets poor in carbohydrates (40%), high in
lipids (45%), and normal in protein (15%) do not change the lipid
pattern: CT, 2.35 0.14 glliter; TG, 2.55 0.5 glliter; PL, 1.89
0.09 g/liter. We conclude that lipid abnormalities in children with
renal failure are similar to those in adults. Change in the composi-
tion of the diet, unlike the results found in endogenous hyperlipid-
emia. does not modify the lipid pattern.
Cure of refractory arterial hypertension by selective renal artery
embolization in an elderly patient. C. Genin, D. Lyonnet, C.
Veyret and F. Berthoux. Unite de Néphroiogie, Hôpital de Belle-
vue, Saint-Etienne, and Service de Radiologie, Hôpitai Edouard
Herriot, Lyon, France. A 67-yr-old male with liver cirrhosis,
diabetes, and moderate hypertension for seven years presented
with total cardiac failure, renal failure (serum creatinine, 2.3 mg/
100 ml), and nephrotic syndrome. The latter disappeared with
regression of cardiac failure and edema (loss of 14 kg weight), but
24-hr proteinuria below I g persisted, and hypertension increased
severely (200/130mm Hg). Rapid sequence IVP and renal arterio-
gram disclosed that the left kidney was the origin of the disease:
several thromboses of interlobar arteries with irregular and slow
perfusion. The hypertension resisted medical treatment (furosem-
ide, 80 mg/24 hr; spironolactone, 300 mg/24 hr; methyl DOPA,
1500 mg/24 hr; and dihydralazine, 75 mg/24 hr). Because the
patient's associated disease made him unsuitable for surgery,
selective embolization of the left renal artery, but sparing the
adrenal branch, was decided. Forty-eight hours later, blood pres-
sure was normal, and antihypertensive drugs were withdrawn. The
consecutive renal infarction (flank pain and mild temperature for
five days) did not affect the renal function. This case illustrates the
possibility of selective renal artery embolization as an alternative
to radical nephrectomy in elderly patients with severe hyperten-
sion of renal origin,
Relationship of serum hemoglobin to glomerular filtration rate
in renal diseases. G. Gig/i, C. Bianchi, G. Tramonti, S. F/gus. and
A. D[dle Luche, C/mica [Vied/ca Genera/c 2. Centro Sindi Ne/ia/a-
gici ''Clara Mona steno Gentili. '' Lahoratoria di Fisiolojia C/mica
del C.N.R., University of Pisa, Italy. The relationship between
glomerular ifitration rate (GFR) and serum hemoglobin (Hb) was
statistically analyzed in 760 renal patients: 370 with chronic gb-
merulonephritis (GN), 371 with pyelonephritis or urinary tract
infections (PN), and 19 with polycystic kidneys (PK). GFR was
determined by means of diatrizoate-I'31 and external counting over
the bladder. A progressive linear decrease of Rb when GFR is
lower than 70 mI/mm was found. Conversely, in patients with GFR
higher than 70 mI/mm, no correlation was observed between Hb
and GFR. The statistical parameters of the observed findings are
reported in the following table, where Rb = GFR x b + a, r =
correlation coefficient, P = its significance, and DF = degree of
freedom.
GN PN PK
h 0.0324 0.0200 —0.0131
a 10.59 11.28 12.66
C 0.284 0.163 —0.221
1-' 0.001 0.05 NS
DF 162 216 4
As shown in the table, blood abnormalities differ in the various
renal disease, being more marked in GN, less in PN, and absent in
PK. These results seem to demonstrate that hematologic disorders
can be present in some renal diseases when GFR is slightly
reduced, that is, in cases where serum concentration of urea,
creatinine. methylguanidine, and other catabolites are still normal.
Immunofluorescence study of skin biopsy specimens from
patients with chronic glomerular diseases. G. Hirbec, D. Beighiti,
J. Wechsler, A. Sobel, and G. Lagrue. Hopital Henri-Mondor,
Crete/i, France. Clinically normal skin biopsy specimens were
obtained from 47 patients with chronic immune complex glomeru-
lonephritis, 10 patients with systemic lupus erythematosus (SLE),
7 with anaphylactoid purpura, 12 with various kidney diseases
without glomerular deposits, and 11 presumably normal controls.
Granular deposits of C3 were found in the dermal capillaries and/or
in the dermal-epidermal junction in 36% of the controls but less
frequently in the group of kidney patients (8%), Lacking an expla-
nation for this finding, we decided not to take into account any C3
deposits found in the skin specimens of patients. Immunoglobulin
deposits were observed only in the skin of patients with SLE or
chronic immune complex nephritis. Deposits of IgA occurred in
50% of the specimens taken from patients with IgA-associated
mesangial nephritis, Similar deposits were found in 30% of the
patients with membranous nephritis, membrano-proliferative
nephritis, and lupus nephritis. Deposition of IgA in the dermal-
epidermal junction was, however, typical of SLE. The occurrence
of IgA in cutaneous capillaries of patients with anaphylactoid
purpura was rare (14%). Cutaneous deposits of IgG were signifi-
cantly present in SLE patients only. Deposits of 1gM were found
in more than 60% of the patients with either chronic nephritis or
SLE. They were mainly located in -the capillaries in chronic
nephritis, more frequently in the dermal epidermal site in lupus
patients. In summary, cutaneous deposits of immunoglobulins
were found in 68% of the patients with chronic nonsystemic
glomerulonephritis. They were not explained by any histologically
defined skin injury. The type of Ig deposited was not significant-
ly correlated to that found in the glomeruli of the same patients.
Thus, the occurrence of skin deposits may suggest a concomitant
immunologically mediated glomerular damage but does not allow a
precise histological diagnosis of the kidney disease.
Prostaglandins in renovascular and renal hypertension. A. Hor-
nych, F. Fontaliran, M. Safar, J. Bar/ely, P. TVliliiez. Hypertension
Laboratory, INSERM, Hópital Broussais, Paris, Fiance. The role
of various prostaglandins in renovascular hypertension is not
clear. For this reason, prostaglandins A, B, E2, F-alfa (PG) and
plasma renin activity (PRA) were measured by radioimmunoassay
in both renal veins (normal kidney, NRV; pathological kidney,
PRV) and in vena caval blood (VC) in the following groups of
patients: I. Normotensive control subjects (N = 20; peripheral
blood): mean arterial blood pressure (BP), 118/75 mm Hg; PRA,
0.85 0.05 ng/ml/hr (mean 5EM); PGA, 94 15: PGB, 189 14:
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PGE, 5.5 0.8: PGF, 17.2 3.3 pg/mi. II. Hypertensive subjects.
I) Unilau ral renal arterial stenoSiS (N = 8): BP, 193/1 22a mm Hg:
PRA in VC,NRV,PRV: 3.94 1.27a, 4.89 1.66, 9.07 4.28a
nglmllhr. Prostagiandins in VC,NRV,PRV: PGA, 305 90a, 341
50a. 319 76 pg/mi; PGB, 209 45, 175 51, 185 95 pg/mI;
PGE. 15.0 5.3 Ia. 18.5 7.4ia. 37.8 18.0 pg/mi: PGF. 16.9
4.8, 26.5 9.5, 33.3 10.9 pg/mi. 2) Unilateral renal atrophy wit/i
intact renal arteries (N = 7): BP. 67/1 12 mm Fig: PRA in
VC,NRV.PRV: 1.63 0.91, 1.7 .04. 1.92 0.92 ng/ml/hr; PG
in VC, NRV, PRV: PGA, 154 55, 144 32, 151 35 pg/mi; PGB,
140 4!, 222 64. 139 38 pg/mi; PGE, 46.5 20.5 .27.2
i3. Ia. 35.8 17.4" pg/mi; PGF, 28.8 9.4, 24.3 9.3, 37.4
11.9" pg/mi. Prostaglandin A is significantly increased in patients
with renovascular hypertension (stenosis) in both renal veins, with
a gradient between kidneys, and also in vena caval blood, but not
in patients with renal atrophy. This difference is probably due to
lower BP and lower PRA in the latter group because there is a
positive significative correlation between PRA and PGA in VC,
NRV. and PRV (r = 0.51, P < 0.001). PGE2 is significantly
increased in both groups of patients (stenosis, atrophy) in both
renal veins, with a higher concentration in pathological kidney,
and also in vena caval blood. PGF-alfa is increased in pathological
kidney of both groups, mainly in renal atrophy. Conclusion: The
increase of PGA and PGE represents a secondary antihyperten-
sive, diuretic, and natriuretic mechanism. The increase of PGF
from pathological kidneys may contribute to the increase of blood
pressure.
Effect of propranolol or canrenoate on the recovery of urinary
concentration after frusemide in the rat. J. L. Imbs, M. Schmidt,
andJ. Schwartz. Institut de Pharmacologie, Faculté de Medecine,
Strasbourg, France. Frusemide eliminates intrarenal sodium con-
centration gradient. The process of urinary concentration recovery
can be followed as its effect wears off. In anesthetized dogs,
propranolol delays this recovery. We have observed the effect of
propranolol and of canrenoate on the recovery of the sodium
cortico-papiiary gradient after frusemide administration in con-
scious male Wistar rats. Papillary and cortical sodium concentra-
tion were measured. During three hours after frusemide injection
(20 mg/kg of body wt, i.m.) alone, or in association with proprano-
lol (6 mg/kg of body wt, i.p.) or canrenoate (30 mg/kg of body wt,
s.c.). Propranolol inhibits the recovery of the intrarenal sodium
concentration gradient and keeps urinary osmoiahty down. Three
hours after frusemide injection, the papillary sodium-cortical
sodium ratio was 3.6 0.2 (N = 10), instead of 4.4 0.2 (N = 10;
P < 0.05) without propranolol. Canrenoate has none of these
effects.
An uncommon type of proximal tubular acidosis in an adult. N.
Lameire, M. Mussche. Nephrological Division, University Clinic,
Dc Pintelaan, Ghent, Belgium. An adult patient with initially
undiagnosed hereditary fructose-intolerance is described. The
patient was admitted with viral meningitis, and fructose-containing
solutions were infused. A dramatic clinical picture of acute hepatic
failure with hemorrhagic syndrome. hypoglycemia with glucos-
uria. and a severe proximal tubular acidosis developed (plasma
bicarbonate, 16 mEq/liter; bicarbonaturia, 236 mEq/24 hr). The
hemorrhagic disorder and the tubular acidosis disappeared within
24 hr after recognition of the fructose intolerance and stopping the
fructose administration. The hepatic dysfunction lasted for three
months. After recovery, the activity of liver fructose-i-phosphate-
aldolase was depressed (30% of normal). Subsequently, an iv.
fructose tolerance test was performed: within 60 mm after initia-
tion of the fructose infusion, plasma bicarbonate dropped from 25
to 15 mEq/liter, and the urinary bicarbonate excretion rose from 10
to 85 gEq/min. Plasma phosphate decreased from 4.4 to 2.6 mg/
Significant increase vs. control subjects.
100 ml, concomitantly with an increase in renal phosphate clear-
ance from 9 to 20 ml/min. Both plasma uric acid and urinary uric
acid excretion increased from 3.2 to 6.7 mg/100 ml and from 0.39 to
21.0 mg/mm. respectively. Blood lactate and pyruvate concentra-
tions increased from 6.6 to 20.2 mg/i00 ml and from 0.9 to 1.98 mg/
100 ml, respectively. Biochemical evidence of hepatic dysfunction
was present, as bilirubine, transaminases, and alkaline phospha-
tase were significantly elevated above normal, All parameters
normalized within three hours after withdrawal of the fructose.
Hypoglycemia during the test was prevented by the simultaneous
administration of glucose. Although exceptional, this case illus-
trates that "routine" administration of fructose-containing solu-
tions can provoke a dramatic clinical situation in hereditary fruc-
tose intolerance. The occurrence of a proximal tubular acidosis
may signal the existence of this disorder.
Urinary kallikrein and changes in endogenous aldosterone. A.
Mimran, G. Baudin. Departments of Medicine D and Biochemis-
try A, C.H.U., Montpellier, France. Chronic dietary sodium
restriction induces an increase in the activity of the renin-angio-
tensin-aldosterone system. Aldosterone secretion may be modified
through changes in potassium intake. Renal kallikrein is a cortical
enzyme which induces the release of kinines from endogenous
substrates (kininogens). The effects of a four-week chronic sodium
restriction (LS) and sodium-loading (HS) on urinary kallikrein
excretion (UK,I) were studied in male Sprague-Dawley rats. In
addition, the effect of potassium restriction in LS rats was investi-
gated. Urinary kallikrein was determined, using its alkaline ester-
ase activity upon a synthetic substrate (BAEE). The results were
expressed in international units (IU). Urinary kallikrein excretion
was 6.2 0.3 IU/24 hr/100 g of body wt in LS rats (U5V, 0.005
0.002 mEq/24 hr/lOO g) and 2.4 0.2 IU/24 hr/l00 g (P < 0.01) in
HS rats (UNaV, 2 0.1 mEqi24 hr/l00 g). Thus, chronic sodium
restriction activated the renal kallikrein-kinin system. Daily U511
was determined before and after the restriction of sodium intake in
chronically sodium-loaded (HS) rats. U5V fell rapidly from 1.84
0.2 (control) to 0.005 0.002 mEq/24 hr/lOO g on the 5th day
and U11 increased from 2 0.2 to 3.64 0.3 IU/24 hr/100 g (P <
0.001). The value of UKaII obtained after a five-day period of
sodium restriction however was significantly lower (P <0.01) than
the value obtained after four weeks of sodium restriction (LS rats).
Potassium restriction (seven days) in LS rats induced a rapid
decrease of U5V from0.78 0.05 to 0.036 0.05 mEq/24 hr/lOOg,
a decrease of urinary aidosterone from 112 47 to 43 II ng/24 hr
(P <0.01) and a moderate fall of UKI from 7.6 0.3 to 4.9 0.5
JU/24 hr/lOO g (P < 0.005). Renal kallikrein activity seems influ-
enced by the activity of the renin-angiotensin system and the level
of aldosterone production. The difference in Uaii obtained in
short-term (five days) and long-term (four weeks) sodium restric-
tion, however, is unclear.
Amyloidosis after kidney transplantation. Y. Thoua, E. Dupont,
P. Potvliege, P. Vereerstraeten, P. Kinnaert, J. Van Geertruyden
and C. Toussaint, Services c/c It'Iédecine, d'Anatomie Pathologique
et de Chirurgie de l'Hópital Universitaire Brugrnann, Bruxelles.
According to some reports, renal amyloidosis without cardiac
involvement is not a contraindication to kidney transplantation.
The present report describes a case of secondary amyloidosis,
involving the graft in a 34-yr-old female initially devoid of this
disease. Her own kidneys showed typical changes of chronic
interstitial nephritis, with negative staining reactions for amyloid.
After ten months of hemodialysis, a first graft was rejected within a
few weeks, but 43 months later a second transplantation was
performed and this graft functioned for five years. initial postop-
erative course was marked by spontaneous graft rupture. Kidney
biopsy obtained on this occasion was negative for amyloid. Four
years after the second transplantation, the patient was submitted
to radical hysterectomy for endometrial adenocarcinoma. Eleven
months later, the whole pelvis was demonstrated to be invaded by
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carcinomatous tissue, and a rapidly progressive nephrotic syn-
drome occurred which was attributed to neoplastic thrombosis of
the renal vein. The patient died one month later with massive
gastrointestinal bleeding, Besides neoplastic involvement of the
pelvis, autopsy revealed extensive amyloid deposits in spleen,
heart, and transplant, This secondary amyloidosis could be attrib-
uted to immunosuppression or to antigenic stimulation produced
by graft or malignancy.
Unusual cause of rhabdomyolysis and acute renal failure. J. M.
Vandenbroucke, C. Descamps, and C. van Ypersele de Strihou.
Renal Unit, Department of Mcdi cine, Cliniques Universitaires St.-
Pierre, Louvain, Belgium. Rhabdomyolysis with myoglobinuria
has recently been found to be one of the etiologic factors of acute
tubular necrosis. We report two such cases of unusual etiology.
Two male patients, aged 35 and 61 yr, were admitted for total
anuna. The only etiologic factor was massive myolysis (serum
CPK, 5,000 and 12,000 lUIliter) with myoglobinuria (as evidenced
by a positive ortholidine test in the urine in the absence of micro-
scopic hematuria, hemolysis being excluded). Anuria lasted for 10
and 15 days, respectively, and necessitated several hemodialyses.
Renal function subsequently returned to normal. Trauma, ischem-
ia, and viral infection were excluded as etiologic factors. Muscle
necrosis resulted in the first case from an unusually severe potas-
sium depletion induced by carbenoxolone and chiorthalidone and,
in the second case, from iv. administration of alcohol and neuro-
leptic drugs to prevent delirium tremens. These two causes of
iatrogenic rhabdomyolysis should be added to the list of the etio-
logic factors of acute tubular necrosis.
Complement and al-antitrypsin after kidney transplantation.
E. Wegmililer, A. Montandon, W. Flury, J. Hodler, and F. Reubi.
Medizinische Universitdtspoliklinik, Berne, Switzerland. A
dynamic estimation of the complement system and al-antitrypsin
after renal transplantation was obtained by serial determinations of
C3, C3d, C4, C3PA, Clq, properdin and al-antitrypsin. The inves-
tigation was carried out in 15 kidney-transplanted patients in order
to determine whether alterations of these proteins might be related
to rejection reactions. Blood samples were collected during six
months after transplantation, in the first two months twice weekly,
afterwards once weekly. Complement components were deter-
mined by radial immunodiffusion, and al-antitrypsin by electro-
immunodiffusion. Data were compared to a control group of 50
voluntary blood donors. In the first three weeks after kidney
transplantation, C3 was decreased in all 15 patients and C3d was
increased. The other complement components displayed little
changes. al-antitrypsin was above the normal range. Subsequent-
ly, all values normalized and remained stable, provided that no
complication occurred, An acute rejection and an intercurrent
infection, however, produced again significant changes. In 19 of 21
rejection reactions, C3 decreased below the normal range at the
beginning of the crisis, whereas C3d increased, indicating C3
hypercatabolism. al-antitrypsin was elevated. These changes did
not correlate with the intensity of the rejection reaction. On the
other hand, bacterial or viral infections were followed mainly by
an increase in C3 and al-antitrypsin, Thus, the determination of
C3, C3d, and al-antitrypsin represents a useful contribution to the
diagnosis of kidney rejection and infectious complications.
